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PPAR y Peroxisome proliferator—activated receptor 7
FTO Fat mass—and obesity—associated
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TCF712 Transcription factor 7-like 2
GCK Glucokinase
KCNJI1, 15 Potassium inwardly—rectifying channel, subfamily J, member
11,15
KCNQIT Potassium channel, voltage—gated channel, KQT-like
subfamily, member 1
HHEX Hematopoietically expressed homeobox
IGF2BP2 Insulin—like growth factor 2 binding protein 2
CDKAL 1T CDKS5 regulatory subunit associated protein 1-like 1
CDKNZA Cyclin—dependent kinase inhibitor 2A

SLC30A8 Solute carrier family, member 8
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(n=174) (n-554)
F i 36 =5 35+ 5 0.0028
BMI 21.9 = 3.5 20.1 = 2.4 < 0.0001
BMI> 25 31 (17.8%) 23 (4.2%) < 0.0001
BMI< 18.5 17 (9.8%) 122 (22.0%) < 0.0001
PERABRRKEE 44 (25.2%) 40 (7.2%) 0.0004
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